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RESIDUAL POST MI TISSUE VIABILITY CONTRIBUTES 
TO-O#EgNG EXERCISE-INDUCED VENTRICULAR 
Alessandra Mailhac, Fabrizio Bonetti, 
Gabriele Vicedomini Domenico Cianflone, 
S. Raffaele, Milano, Italy. 
disease (Cb) who exhibit ventricular arrhtythmias (my dzn? 
We have reviously shown tnat patients with coron 
exercise testin 
scintigra hy, 
a 
c 
, almost invariably show on myocqrdial perfusion 
ansient 
infarcte 
perfusion defects within a, partially 
area. This sturdy was aimed at investigating if the 
amount of viable mycJcardmm within infarcted areas, may play a 
role in the development of exercise induce@ aphythrmas. 
We studied 26 
an ‘na. All un B 
atknts wth post myocardml infarction exertional 
erwtnt two exercise tests coron 
re&stress perfusion tomography ($PECk~witha66#!#&tp&~ 
assessment of myocardial tissue viability y 18F-FDG positron 
emission 
evaluated 
tomo ra hy 
,qua Ita i,trely by, three , observep in blind in, 14 Iv 
(PET). Perfusion and metabolism were 
corresponding contli!uous slices. With exercise tests,, 13 patients 
(group A) connstenr:: p:eveloped AR ( > 10 VEBs 
non sustained VT) while the remainin 13 (grou Ii 
mm; couplets, 
severi of CAD was similar in the 1 
SPEc3! showed partial reperfusion of an i 
) dld npt- The grou s. 
np 
i ost-exercise test
P 
atients of grou A and in 3 13 of 
arcted area in 11/13 
8F=FDG ii upta e (2 da d’* 
oup B (pcO.002 Significant 
50 o of t e underperfuse area) was 
obs$rved wrthin the infarcted area in lo/12 (83%) and l/8 
phents (12%) pf the two grovps (pe @03). 
n cqnclusron, m patients WI h previous myocardial infarction, 
Fxerase, test-induced 4. appear to be trrggered by transient 
lschaemla *curing mth1.n Infarcted areas containing large 
amounts of viable myocardlum. 
DO COLLATERALS AFFECT STRESS TEST PERFORMANCE IN SEVERE 
SINGLE VESSEL CORONARY ARTERY DISEASE? 
Edward Katz, Barry Kaplan, John Perez, James Slater, 
'tphraim Glassman, Mariano Rey, William Slater, NYU 
Medical Center, New York, NY 
Collateral vessels (CV) are assumed to modify exercise 
stress test performance. To evaluate this, 60 patients 
with severe single vessel disease were studied. 17 
(28%) had CV, and 43 (72%) had no CV (NCV). Inclusion 
criteria were ,70X narrowing by quantitative analysis in 
the proximal or mid-LAD or RCA with normal LV function. 
CV were defined as those providing partial or total 
epicardial filling. 
Results: By analysis of covariance controlling for 
-length and stenosis severity, CV did not 
influence exercise ouration (ED), maximum ST segment 
depression (MSTD), number of leads with STD (LSTD), work 
double product (WDP) at onset of STD, nor duration of 
STD into recovery (DIR)+ 
NCV 8.09 1.42 3.21 20,980 3.26 
P NS NS NS NS NS 
rever, in these pts with >70% stenosis, quantitative 
lesion severity did not predict any exercise test 
parameter (p=NS). 
Conclusion: CV do not affect exercise stress test 
parameters. Other mechanisms, such as dynamic behavior 
at the site of stenosis, may account for-differences in 
stress test results in patients with similar severity of 
narrowing. 
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PLATELET ACTIVATION DURING UPRIGHT EXERCISE 
IN HAN 
Arshed A. Quyyumi, NHILBI, 
Vasoconstriction can occur at sites of coronary 
narrowing during exercise in patients with coronary 
artery disease (CAD). hether platelets play a rv'le 
in this phenomenon or ntribute to ischemia during 
exercise is unknown. measured platelet 
aggregation (PA) in pe pheral blood at rest, peak 
upright maximum exercise, and after 15 mins of 
recovery in 11 pts with stable CAD and 5 pts with 
normal epicardial coronary arteries ( 
of PA (Ohm.sec) was measured in 
dance aggregometry 5 mins after 
20uM) or collagen (2-§ug/ml). There 
arterio-venous differences at baseline. In both 
groups exercise caused a significant increase 
(p=.OOl) in PA compared to baseline (CAD: 76+10%; 
#:55&14%). PA returned to baseline after 15 mins in 
both groups. These results were reproduced when 
the exercise protocol was repeated after 4 hours 
(Ne6) and after 1 month (N=J). In conclusion, 
upright exercise induces a transient increase in 
platelet activation in both N and CAD pts, which may 
be due, at least in part, to an increase in 
circulating catecholamines. Platelet aggregates 
forming in the coronary circulation may contribute 
to the vasoconstriction and ischemia produced by 
exercise in CAD. 
DOES LOW LEVEL CARBONMONOXlDEEXPOSURE HAVE A 
PROARRHYTHMIC EFFECT IN PATIENTS WITH CORONARY 
ARTERY DISEASE AND VENTRICULARARRHYTHMIA? 
Thomas E. Dahms, Sheila L. Byers, Lisa M. 
D. Wi Bernard R. Cha’ n, St. Louis 
Univer 14. Qhool of icine, St. Louis, 
Exposure to low levels of carbon monoxide (CO) is associated 
with a lower threshold for exercise-induced myocarciial 
ixhemia in patients with coronary artery disease. The 
potential proarrhythmic effect of 3% and 5% 
carboxyhemoglobin levels (COHb) were studied by exercise 
treadmill testing and ambulatory electrocardiography in 30 pts 
with documented coronary artery disease and frequent 
premature ventricular beats (PVB) (2 30/hour) exposed 
randomly to room air, and CO which produced COHb levels of 
3% and 5%. The baseline preexposure PVB count was siniilar 
on the three test days (range 104 f 31 - 114 f 34). In the 
immediate post exercise phase, the PilB count increased to 
374 f 89 PVB/hour in room air, 360 f 105 at 3% COHb and 
280 f 68 at 5% COHb (NS). In the six hour interval following 
CO exposure levels, the hourly PVB count was not influenced 
at the two levels of COHb studied (177 f 46, 188 f 40,163 f 
35; NS). Similar data were observed when complex 
ventricular arrhythmias were examined. Thus, acute CO 
exposure resulting in 3% and 5% carboxyhemoglobin levels in 
Patients with coronary artery disease and documented 
ventricular arrhythmias is not associated with increased 
ventricular arrhythmia frequenq. 
